E lectrocardiographic rhythm strips were recorded over a 24-hour period in a 49-year-old man who snored but had no prior cardiac history and no rhythm disturbances while awake. A modifi ed lead II strip recorded at 4:06 am showed marked sinus arrhythmia and second-degree AV block ( Figure 1 a ) . Th e AV block increased when the sinus rate slowed, suggesting increased vagal tone affecting both the sinus and the AV nodes. Th e fourth QRS was slightly wider than the others and may have been junctional escape complex; its T wave was considerably wider than the others and probably contained a sinus P wave. A modifi ed lead II strip recorded 3 minutes later showed normal sinus rhythm throughout ( Figure 1 b ) . Modifi ed V1 rhythm strips recorded at 11:52 pm showed marked slowing of the sinus rate accompanied by sudden high-grade AV block with ventricular asystole of 5.46 seconds that was terminated by a ventricular escape complex (with a sinus P wave in its ST segment). Afterwards, there was a slight increase in the sinus rate accompanied by marked fi rst-degree AV block. Again, sudden, transient highgrade AV block accompanying slowing of the sinus rate suggested increased vagal tone (Figure 1c) .
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In addition to its association with bradyarrhythmias, obstructive sleep apnea has been associated with ventricular ectopy, including nonsustained ventricular tachycardia, atrial fi brillation, and atrial fl utter ( 1 -3 ). Obstructive sleep apnea is also associated with sudden cardiac death ( 4 ) . Th e arrhythmias occur predominantly or, as in this patient, exclusively during sleep. Relief of the upper airway obstruction has reduced the frequency and severity of rhythm disturbances ( 1 ). Continuous positive airway pressure (CPAP) reduces the arrhythmia recurrence rate following pulmonary vein isolation for atrial fi brillation in patients with obstructive sleep apnea and increases atrial fi brillation-free survival off antiarrhythmic drugs or repeat ablation. Pulmonary vein isolation appears to off er limited value to patients with obstructive sleep apnea not treated with CPAP ( 5 ). 
